or lean donors were prepared and were injected into chickens from both genotypes. Fractional rate constants did not differ between lines. However, as plasma VLDL-TG pools were very different, plasma turnover was higher in FL than in LL. About 3-fold more VLDL-TG were incorporated in abdominal fat of FL than in LL. Difference in fattening between both genotypes seem to be due to both increased VLDL secretion and VLDL removal from plasma without difference in VLDL characteris- (Leclercq et al, 1980; Leclercq, 1988) . No difference could be observed between lines for basal metabolic rate (Leclercq and Saadoun, 1982; Geraert et al, 1988b) , thermogenesis (Garaert et al, 1988b) or feed intake (Leclercq and Saadoun, 1982; Geraert et al, 1988a (Hermier et al, 1984) , together with an increase in hepatic lipogenesis (Saadoun and Leclercq, 1987) . Moreover, hyper-VLDLemia found in FL could not be attributed to a defect in adipose tissue lipoprotein lipase (LPL) (Hermier et al, 1989 
MATERIAL AND METHODS

Animals and diets
Male chickens from the tenth generation of FL and LL birds were used (Leclercq, 1988 (Hermier et al, 1989) . Our antibodies were compared to those donated by Griffin et al (1989) , using the same dilution steps. Antibodies from the best responder of the 2 sheep were then used in following experiments.
Experimental designs
Effect of refeeding on plasma triglycerides and VLDL composition Six-week-old male chickens from the FL and LL were placed in individual cages and fed a low fat diet (22 g total fatty acids/kg feed). They were fasted overnight (18 h). They were refed ad libitum and invidual feed consumptions were recorded. Blood samples were taken from wing vein 0, 30, 60, 90, 120 and 180 min after refeeding.
Three groups of 6 birds were used per genotype; they were sampled at 0 and 90, 30 and 120 and 60 and 180 min respectively. Plasma were separated by low speed centrifugation and triglycerides (TG) determined. VLDL were characterized after centrifugation (see below).
Characterization of VLDL after In vitro inhibition of LPL
Five-week-old male chickens from the FL were used to determine the volume of anti-LPL globulin fraction to be injected in order to block completely chicken LPL. FL chickens were chosen since they were shown to have higher LPL activity (Hermier et al, 1989 ). In the first experiment, 3 ml of anti-LPL globulin fraction from the best responder sheep were injected intravenously in 3 chickens. Birds were sampled (1 ml blood) at wing vein every 15 min after immunization until 120 min.
In the second experiment 1, 2 or 3 ml of anti-LPL globulin were injected in 4 chickens per treatment. Blood samples were collected 1 h after passive immunization. Plasma triglyceride concentrations were measured according an enzymatic method (see below).
In the following experiments it was decided from the 2 previous experiments to inject 1 (Fruchart et al, 1974) . Lipids from adipose tissue, carcasses, plasma and liver were extracted following the Folch method (Folch et al, 1957 (fig 1 a) (Hermier et al, 1984) . This was confirmed again in the present results. Plasma TG reached a higher plateau in FL than in LL after refeeding; this was found despite a lower feed consumption rate in fat chickens. This discrepancy between feed ingestion and TG increase in plasma of both genotypes reinforces our previous conclusions that difference in fatness is not due to different feed intakes but to a metabolic deviation depending on hormonal control (Simon and Leclercq, 1985; Leclercq et al, 1988; Saadoun et al, 1988 (Leclercq, 1988) . From our present investigations it is obvious that higher de novo fatty acid synthesis in FL chickens (Saadoun and Leclercq, 1987 (Hermier et al, 1989) . On the contrary, total LPL content of abdominal fat pad was not different between high and low VLDL lines; but in the low VLDL line higher LPL activity was found in heart and muscles, leading to preferential use of VLDL-TG by these organs.
In conclusion, genetic controls of adiposity and plasma VLDL in chicken may depend on several mechanisms such as VLDL secretion, proliferation of adipocytes, enzymatic equipment of adipose tissues and other organs. Some of these mechanisms may be independently distributed amongst genotypes.
